thickening of the intima without deposits of sudanophilic material or calcium, a completely or almost completely intact internal elastic lamina, slight to moderate diffuse infiltration of the medial coat by foreign cells without significant destruction of the muscle or elastic tissue or calcium deposits, and moderately intense diffuse cellular infiltration of the adventitia. In amputated specimens obtained a number of years after the onset of clinical manifestations of the disease, the lesions are usually less cellular and more fibrotic but the cellular lesions can frequently be found also if a number of seetions are mtiade of the involved arteries and veins of anl amputated leg. In some aimputated limbs and at some necropsies, simple thrombotic occlusion has been found in the arteries of a leg in association with the more characteristic lesions. This is nlot surprising when onie considers the marked alteration in circulatory dynamies that must occur in a limb where the circulation is so badly compromised by arterial occlusions that amputation is necessary, or that must occur as a result of eirculatorv failure just prior to death.
The above-mentioned clinical and pathologic descriptions cain be considered an observed fact anld the patients that fall into the groups described have been and are being diagnosed by my associates and myself as having thromnboangiitis obliterans. The remainder of the discussion of the issue, if it can be called an issue, involves interpretation, analogy, definition, and diagnostic categorization.
For a number of years we have thought that the distinctive clinical manifestations in the patients described above were the superficial thrombophlebitis, the involvement of the upper as well as the lower extremities, anid the localization of the occluded segments, at least during the early course of the disease, in the small and medium-sized arteries and veins. By comparison, these three From the standpoint of pathogenesis the problem whether the lesions of thromboangiitis obliterans are primarily thromnbotic or primarily angiitic has never been satisfactorily settled. In either event, I believe that the intense cellular proliferation seen in the thrombi, endothelium, and vessel walls is peculiar and distinctive. Also, the localization of the lesions in segments of small and medium-sized arteries and veins of both upper and lower extremities is peculiar and distinctive. These two characteristics alone suggest a primary focal morphologic or biochemical change in the endothelium. Accelerated blood clotting may be an additional factor in some or even all cases.
Dr. Wessler has suggested that the diagnostic category "thromboangiitis obliterans" be abandoned because in the patients so classified the etiology of the vascular lesions is unknown and the morphologic pathology is nonspecific. By this same reasoning, one nmight suggest the abandonment of such well-established entities as rheumatoid arthritis and multiple sclerosis. Strictly speaking, the etiology of the 
